Abstract -The present study aims to ascertain whether dietary supplementation with a mixture of vitamins C and E may prevent the maternal-age-associated decrease in both the number of ovulated oocytes after exogenous ovarian stimulation and embryo development in vitro in the mouse. Experimental females were fed a standard diet supplemented with i) high doses of vitamins C and E from the first day of weaning until 12 or 40 weeks of age; or ii) moderate doses of vitamins C and E from the first day of weaning until 12 weeks of age or from 22 to 33 weeks of age. The age-related reduction in ovulation rate was partially prevented by supplementing diet with high doses of vitamins C and E from the first day of weaning. Shorter periods of treatment and lower doses of vitamins C and E were also efficient in preventing the maternal-age-associated reduction in ovulation rate after exogenous ovarian stimulation. 
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The oxidative stress hypothesis of Tarin [24, 25] (GSH) oxidation in blood and in mitochondria from the liver and brain of aged rats [5] ; ii) zidovudineinduced molecular and ultrastructural oxidative damage to muscle mitochondria of male OF1 1 mice [6] ; and iii) maternal-age-associated disturbances in chromosomal distribution in the Mll spindle and chromosomal segregation during the first meiotic division of mouse oocytes [27] . [6] . Vitamin E has also been implicated in preventing GSH oxidation in heart cells of guinea pigs [21] and protecting steroidogenic enzymes of guinea pig [22] and human [23] [ 18] and Vom Saal et al. [30] ), the present study shows no [7] . Likewise, the number of oocytes recovered after exogenous ovarian stimulation with gonadotrophins decreases significantly with maternal age [8] . Thus, dietary allowance of vitamins C and E may slow down age-associated ovarian depletion of oocytes and prolong a woman's fertile life. However, we should bear in mind that antioxidant therapy may be a doubleedged sword with negative and undesirable effects on fertility and pregnancy if a safety threshold dosage of antioxidants is surpassed (for review, see Tarin et al. [26] ). In fact, high doses of dietary antioxidants may have pro-oxidant effects or interfere with the physiological properties of reactive oxygen species on uterine environment, oocyte maturation and ovulation, and corpus luteum function and regression [20] .
